In This Issue  by unknown
Kidney International (2007) 71       471
http://www.kidney-international.org
© 2007 International Society of Nephrology
in  this  issue
Kidney International (2007) 71, 471. doi:10.1038/sj.ki.5002198
Albumin filtration
One of the truths that we hold to be 
self-evident is that the glomerular 
fi ltrate is albumin free, and that 
diseases of the glomerulus produce 
albuminuria because of an increase 
in the permeability of the barrier. 
However, demonstration of the exact 
concentration of albumin in the 
fi ltrate is frustratingly diffi  cult. In part, 
micropuncture, the canonical method 
that involves puncture of a ‘bloody’ 
organ, hence contamination by blood or 
plasma, is always a likely confounding 
problem. As they report in this issue, 
Russo et al. used fl uorescently labeled 
albumin and two-photon microscopy to 
estimate the fi ltration of albumin; they 
found that it is about 50 times greater 
than previously measured values. Th e 
question is what happens to these 
huge amounts of fi ltered albumin; are 
they all degraded aft er endocytosis 
by the proximal tubule? Th e authors 
propose that endocytosed albumin 
undergoes transcytosis in large vesicles, 
which are transported back to the 
basolateral surface carrying albumin 
without degradation. In nephrotic rats, 
the rate of uptake of albumin by the 
proximal tubule decreased. Th is raises 
the possibility that heavy proteinuria 
is not produced by increased fi ltration 
alone; it is also produced by reduced 
absorption of albumin. Results that 
attempt to overturn existing ideas are 
usually subjected to a more rigorous 
examination than those that fi t with 
our preconceived notions. Hence, we 
asked an expert in this fi eld to evaluate 
the quality of the evidence; his view 
is presented in an accompanying 
Commentary (see page 479). However, 
the test of any hypothesis is in its 
reproducibility, especially when the 
same conclusion is reproduced by an 
independent method; for this we must 
await future studies. Regardless of the 
outcome, the value of studies such as the 
present one is to question our beliefs, 
thereby allowing us to understand the 
diffi  cult questions better. See page 504.
Eosinophilic 
glomerulonephritis in 
Africa
In sub-Saharan Africa, acute renal 
disease oft en occurs in the context 
of several infectious diseases, such 
as malaria and, more recently, HIV/
AIDS. As they report in this issue, 
Walker et al. prospectively studied 
all acute proteinuric renal diseases 
in rural Uganda in children, many 
of whose histological information 
was available. Th e most frequent 
histological fi nding was endocapillary 
proliferative glomerulonephritis; 
in half of whom eosinophils were 
prominent. None had features of 
HIV-associated nephropathy. Some 
of the patients had malaria due to 
Plasmodium falciparum. Most patients 
survived to discharge. Th is unusual 
disease, eosinophilic proliferative 
glomerulonephritis, will need further 
study. See page 569.
Interaction between 
proximal tubule cells 
and bone marrow-
derived cells
Tubulointerstitial disease is a common 
manifestation of many renal diseases, 
especially in those with proteinuria, 
and is probably due to invasion of 
bone marrow-derived cells. To study 
the details of this process, Lai et al. 
cultured proximal tubule epithelial 
cells with T cells and monocytes. 
Th ey found that the bone marrow-
derived cells added to the basal surface 
caused an increase in the release 
of a large number of infl ammatory 
cytokines when albumin was added 
to the apical surface of the epithelial 
cells. In addition, CD4 cells cultured 
in this system increased their 
expression of a number of cytokine 
receptors. Th ese detailed studies 
show a complex interaction between 
epithelial cells exposed to albumin 
and monocytes wherein cross-talk 
between the two cell types can induce 
infl ammatory mediators that mediate 
tubulointerstitial injury. Whether this 
observation actually happens 
will require future  in vivo studies. 
See page 526.
Medullary cystic 
disease
Medullary cystic disease is an 
inherited disease caused by 
mutations of the uromodulin gene. 
It is an autosomal dominant disease 
characterized by hyperuricemia, renal 
salt wasting, gout, and renal failure 
due to tubulointerstitial disease. It is 
generally thought that the renal failure 
does not occur until later in life, as late 
as the fi ft h decade. When studying 16 
aff ected individuals, Wolf et al. found 
that the heterozygous C744G mutation 
had a various age of onset, ranging 
from 3 years to 39 years. Th e patients 
showed urinary-concentration 
defects, vesicoureteral refl ux, urinary 
tract infections, hyperuricemia, 
hypertension, proteinuria, and renal 
hypoplasia. A novel T229G (Cys77Gly) 
mutation was found in two patients of 
one kindred. Th ese studies emphasize 
the diversity of the age of onset of this 
type of disease previously thought to 
be restricted to children. See page 574.
